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[ Abstract] Objective To investigate the expression of voltage gated potassium channel Kv1. 3 in the
aorta of a rat model of atherosclerosis and its role in the progress of atherosclerotic plague formation. Met hods
Atotal of 16 male Wistar rats were randomly divided into normal control ( normal diet and saline) and
atheroscler osis group (high lipid diet+ Vitamin D; overload) , with8 ratsineach group. In 16 weeks later, all rats
were killed after weighing, and their blood samples and aorta were callected. Pathological changes of the rat
aortic artery were observed with HE staining. Real time RF PCR and Western blotting analysis were used to
determine the mRNA and protein expresson of Kvi1. 3 and the protein expressons of interleukin (IL) 2 and
interfereron (IAN)- v. Results Pathological changes showed that fiber proliferative atheroscleratic plaques were
found in the aorta of atherosclerosis group, withinflammatory cells infiltrating in the local lesion. Real time RF PCR
analysis showed that the expresson of Kv1.3 mRNA in the aorta was increased significantly in the atherosclerosis
rats than that in the controls ([ 31. 48+ 8.64] x 107% vs. [3.28£0.79] x 1003, P< 0.05). Western blotting
analysis showed that the protein expressionof Kv1. 3, 12 and IAN v in the aorta were also increased significantly
in the atheroscl erotic rats than that in the controls (Kv1.3 0. 691£0. 067] vs. [0.490+0.052], I-2[0.611%
0.055] vs. [0.299F0.058], IFNY [0.759%0. 050] vs. [0.273%0.052], P< 0.01 n= 8). Conclusion The
expression of Kv1. 3 potassium channels is increased in the plaques of atherosclerctic rats. Kvi. 3 may play an
important role in the development and progresson of atheroscleross (Shanghai Med J, 2011, 34: 186 189)
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